present in previous aspirates. No organisms were cultured from the fluid. In particular, there was no evidence of tubercle bacilli which had also been looked for on several previous occasions. The predominant cell type was lymphocytic and no malignant cells were found. A pleural biopsy was obtained at the time of aspiration with normal findings.
In view of the fact that the yellow discoloured nails and the longstanding oedema of the legs, suggested an abnormality of the lymphatic system, a lymphangiogram of the left arm was performed. This X-ray confirmed a defect by showing a marked hypoplasia of the lymphatic drainage. A similar hypoplasia of the lung's lymphatic system would account for the effusions following episodes of lung infection.
Discussion
Discolouration of the nails associated with lymphatic deficiency and lymphoedema was termed the 'yellow nail' syndrome by Samman & Whyte (1964) . They described thirteen cases, the oldest of whom was 65 at the time of presentation, and pointed out the characteristic features of the nails as exhibited in this case. The predominant involvement of the nails of the index finger on both hands is similar to that of the case reported by Dilley et al. (1968) . This distribution is unexplained.
The further association of pleural effusions complicating the lymphoedema and yellow nails was described by Emerson (1966) and since then reported in such cases as that of D'Souza (1970) . The theory of the development of the effusions is that respiratory infections may damage a previously adequate but hypoplastic lymphatic drainage system of the lung, so that it is no longer able to deal with the increased load following further incidents. In the limbs, it is known that persistent lymphoedema may develop following an infection or other episode which overloads a hypoplastic system which hiterto had been able to function adequately.
In a recent review of pulmonary manifestations of the yellow nail syndrome by Hiller, Rosenow & Olsen (1972) , the oldest case reported was a patient of 71 who had had chronic oedema of his lower extremities for 4-5 years, and yellow nails for 2 years before presenting with respiratory symptoms associated with a pleural effusion. The interest in this present case is in the even later age that the yellow nails developed, and the fact that it was not until the ninth decade that pleural effusions developed despite evidence to suggest lifelong lymphatic hypoplasia in the persistence of chronic oedema of the legs since childhood.
Introduction
The use of intravenous lytic therapeutic agents has been well defined in the treatment of occlusive venous thrombosis Robertson, Nilsson & Nylander, 1969) , although there is no ideal regime for their use (Study Group, 1970) . Streptokinase has been widely used in episodes of acute arterial thrombo-occlusive disease (Polidwoda et al., 1969; Martin, Schoop & Zeitler, 1970; Amery et al., 1970) and occasionally it has been given intraarterially by local perfusion (McNicol et al., 1963; Bose, Brose & Hartley, 1969) . The human fibrinolytic activator, Urokinase, has also been used intraarterially, but only infrequently (Tsapogas, 1964) and not in the upper limb, although successful lysis of arterial thrombi in the left arm has been achieved with streptokinase (Bose et al., 1969 There was an aseptic splenic infarct and evidence of fibrin occlusion of scattered interlobular arteries in the kidney. There were organizing thrombi in the meningeal vessels with an area of softening in the right frontal lobe. Other organs were normal with the exception of an haemorrhagic purulent pneumonia of both lower lobes. There was no evidence of gastro-intestinal haemorrhage.
Sections from various amputation specimens and extensive necropsy study failed to show any arteritis. The constant abnormality was small arteries occluded by thrombus.
Discussion
The reason for this man's peripheral arterial occlusions was never adequately clarified in life although the clinical course and necropsy findings suggest that he suffered repeated embolization to small and large arteries from aseptic thrombotic vegetations on the mitral valve with some local arterial thrombosis.
The continued episodes of arterial occlusion over a period of 9 months despite adequate anticoagulation suggests that he may have had a defect in fibrinolysis. When the final arterial block in the right arm developed it was felt that fibrinolytic therapy might be effective whether the occlusion was thrombotic or embolic.
In view of the reports of successful use of Urokinase in local arterial occlusion (Tsapogas, 1964) and the low incidence of reactions (Hansen et al., 1961) when compared with streptokinase (Amery et al., 1970; Hume, 1970; Verstraete, 1971) (Fearnley, Chakrabarti & Hocking, 1967; Chakrabarti et al., 1968; Brown et al., 1971 ).
In conclusion, this patient's case history demonstrates that intra-arterial Urokinase can be a useful adjunct to therapy in the difficult problem of recurrent arterial occlusion.
